Miss I Y, aged 65, a retired hospital personnel officer, developed severe ankle oedema at the age of 14. Following a diagnosis of Milroy's disease, her legs were unsuccessfully operated upon. From the age of35, cutaneous angiomata began to appear and have recently increased in both size and number. Twelve years ago, analbuminaemia was diagnosed by Dr Tristram Freeman and regular treatment with albumin infusions was begun. Studies of the patient's albumin metabolism at that time showed serum albumin 0.38 g/l (1.6% of normal mean) and fractional albumin catabolism 1.4%per day (16 %of normal). Her parents were first cousins.
On examination, there was some ankle oedema. Profuse cherry angiomata which varied in size from minute dust-like particles to 1 cm diameter were present over chest, trunk and limbs ( Figure I) . Histopathology (Dr E Molland): Mildly dilated vessels in papillary dermis; epidermis normal. Some mild chronic inflammation, but no abnormal lipids in vessels walls. Other investigations: Serum albumin 34 g/l (normal 36-47), serum calcium 2.33 mmol/l (normal 2.12-2.62), serum cholesterol 10.2 mmol/l (normal 3.6-7.8).
Discussion
We were unable to demonstrate any link between the very numerous angiomata of the Campbell de Morgan type and the analbuminaemia. Fabry's disease was considered and excluded. Analbuminaemia is an extremely rare disease, only 13 other cases having been reported (Ott 1974 , Cormode et al. 1975 , Boman et al. 1976 . It is believed to be inherited as an autosomal recessive trait. Our patient's parents were first cousins and 8 other cases are known to have had consanguinous parentage. There is genetic evidence that human serum albumin is produced by a single pair of genes. Boman et al. (1976) found subnormal levels of serum albumin in some of their patients' relatives, who were probably heterozygotes.
It is surprising that albumin, which normally makes up the largest fraction of the serum proteins, seems not to be of vital importance. It would be more correct to call this disease hypoalbuminaemia, for trace amounts of normal serum albumin are found; it is postulated that these result from extrahepatic synthesis. Most patients manage without replacement therapy but hyperlipidaemia is an indication for treatment; it may have been a factor in causing our patient's ischaemic heart disease and gallstones. She also had significant oedema, which is mentioned in only one other case, and which constituted a partial indication for treatment.
Up to 40 %of the extravascular albumin is found in the skin (Rothschild et al. 1972) ,and its 
